Background Aims: A neonatal screening program for hypothyroidism began in Egypt in 2000. A high percentage of transient congenital hypothyroidism was detected in some Governorates[1] in addition to a high prevalence of iodine deficiency in some rural areas [2] . This study was conducted to assess iodine nutritional status of Egyptian pregnant women and their newborns in Abbassia district. Methods: Measurement of urinary iodine, serum fT3, fT4 and TSH and thyroid ultrasound were done to 113 Egyptian healthy pregnant mothers and their newborns on the 3rd day after delivery.
INTRODUCTION
Iodine deficiency is a global health problem [ 3 , 4 ] . Goiter has been known to exist in Egypt since Ancient times, Papyrus dating since 1500 BC reported thyroidectomy and there are suggestions that Cleopatra had goiter. The first scientific report of goiter in Egypt was in 1924 by Dolbey and Omar [ 5 ] .
Iodine deficiency is the world`s single most important cause of preventable brain damage and mental retardation. It manifests as goiter and a range of physical and mental handicaps which are collectively included in the term Iodine Deficiency Disorders (IDD) [ 6 ] .
The best known indicators for assessment of IDD are: urinary iodine concentration, thyroid size (preferably by ultrasound) and TSH determination [ 7 ] . So, it is important to assess these parameters in pregnant women being vulnerable to iodine deficiency [ 6 ] .It is well known that urinary iodine measures the current dietary intake of iodine while prevalence of goiter gives an idea of the past history of iodine nutrition [ 8 ] .
Iodine supplements during pregnancy together with proper salt iodization relieve the stress of iodine deficiency of both maternal and fetal thyroid function, together with prevention of the frightening fetal brain damage that results from maternal iodine deficiency [ 9 ] .
This study was undertaken to assess the iodine nutritional status of Egyptian pregnant women and their newborns in Abbassia district. 
METHODS

STATISTICAL ANALYSIS AND DATA MANAGEMENT
The data were statistically analyzed using SPSS statistical soft ware package, Echo soft corporation, USA, 2004. Description of quantitative variables was in the form of mean ± SD and range while that of qualitative variables was in the form of frequency and percentage. Chi-square test with cross tabulation was used to compare 2 categorized quantitative data. Pearson correlation coefficient (r-test) was used to rank different variables against each other. A p value of < 0.05 was considered significant. In our study, the mean neonatal urinary iodine was 6.13 ± 1.72 (1.2-9.7 ug/dl) which correlated positively with maternal urinary iodine values. This goes with the result obtained by Kurtoglu etal, 2004[ 27 ] who suggested that maternal iodine nutrition influences urinary iodine levels of their newborns. Moreover, maternal iodine deficiency affects fetal brain development through hypothyroidism [ 28 , 29 , 30 ] .
RESULTS
Among
In our sample, the mean maternal thyroid volume was 10.85 ± 5.65 ml (4.91 -31.2 ml) and ultrasonographic evidence of goiter was detected in 10.6% of mothers. The finding of an increase in thyroid volume during the 3 trimesters of pregnancy and after delivery is consistent with previous reports from areas of low dietary iodine intake (~50 ug/day) in which the thyroid gland enlarges as an adaptation to the threat of iodine deficiency [ 31 ] . Moreover, a positive correlation (P<0.05) was detected between maternal and neonatal thyroid volumes which was also confirmed by another study [ 18 ] .
The overall prevalence of hypothyroidism among mothers with iodine deficiency was 15.15% with 12.12% being compensated. In normal pregnant women, the thyroid gland maintains euthyroidism with only minor fluctuations in the serum T 4 (transient decrease) and TSH (transient rise). However, in women with limited thyroid reserve, due to iodine deficiency, hypothyroidism can develop [ 32 , 33 ].
Also, a positive correlation (P<0.05) was detected between maternal and neonatal values of TSH and fT 3 which proves the fact that changes in thyroid functions as a result of maternal iodine deficiency directly influence fetal thyroid functions causing impaired fetal brain development indirectly by producing hypothyroidism in mother and fetus [ 34 ] . On the other hand, a non significant correlation (P>0.05) was detected between maternal and neonatal fT 4 . 0ur finding was confirmed by some authors [ 28 ] and was opposite to others [ 27 ] .
In our series, the mean neonatal TSH was 3. In conclusion, iodine deficiency remains a public health problem in Egypt. The campaign of salt iodization in Egypt must be reinforced and periodically monitored to achieve proper elimination of IDD with its frightening consequences. Successful iodine supplementation must target reproductiveage and pregnant women.
